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Research progress on pharmacological effects of oxymatrine against liver fibrosis
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Abstract: Liver fibrosis is a necessary pathological process and outcome in various chronic liver diseases, ultimately leading to
cirrhosis. Oxymatrine is an alkaloid extracted from Sophorae Flavescentis Radix, which has potent anti-inflammatory activity, and can
exert anti liver fibrosis effects by inhibiting the activity of hepatic stellate cells, reducing inflammatory responses, lowering oxidative
stress responses, suppressing fibroblast activity, inhibiting the deposition of type I procollagen, regulating intestinal flora, inhibiting
excessive deposition of extracellular matrix, and multi-target regulation of gene expression. This article summarizes the research on
oxymatrine against liver fibrosis, summarizes its mechanism, and provides ideas for the clinical application of oxymatrine.
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